Eleven patients had no initial vessel occlusion, 19 showed recanalization at 1-6 h (early recanalizers), and 6 additional patients showed recanalization at 24 h (late recanalizers). Four patients were nonrecanalizers. Age, gender and time to treatment did not differ between the subgroups. At baseline, nonrecanalizers had significantly larger perfusion deficits (p = 0.011) and patients with no initial occlusion had significantly smaller DWI and hypoperfusion volumes. Median lesion growth until 1-6 h was not significantly different between the groups (p = 0.167). The median lesion growth from baseline until 24 h was significantly larger in the nonrecanalizers compared to the other groups (71.4 vs. 2.8 ml, p < 0.05). The median perfusion deficit at 24 h and final lesion size did not differ between early and late recanalizers; both were significantly larger in nonrecanalizers. A modified Rankin Scale score of 0-2 at 3 months was reached by 66% of the recanalizers while no nonrecanalizer reached an independent outcome (p = 0.02).
Discussion
We showed that response to recombinant tissue plasminogen activator is best evaluated with a magnetic resonance examination 24 h after treatment. The subgroup of late recanalizers experiences a similar outcome as the early recanalizers. Persistent vessel occlusion until 24 h was associated with considerably larger day 5 FLAIR volumes and poor outcome [3, 5] .
Differences in baseline lesion volume could be an important factor for the outcome, as shown in previous studies [5] . This might contribute to smaller final lesion volumes in late recanalizers even compared to the early recanalizers (online suppl. table 1; for all online suppl. material, see www.karger.com/doi/10.1159/000355498).
Limitations of this study were the small sample size in the subgroups and the heterogeneity concerning stroke severity. However, our sample resembled the typical phase 2 trial samples with a medium clinical severity and diverse locations of the vessel occlusion.
With this study we do not at all challenge the notion that treatment after stroke should be given as fast as possible after symptom onset. We merely suggest that the efforts and resources needed to perform early efficacy assessment in a clinical phase 2 trial might not be justifiable with the additional information obtained.
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Introduction
For acute stroke imaging research protocols in phase 2 trials, it is recommended to perform an MRI examination 1-6 h after intervention to assess treatment success [1] . However, some studies suggest that the time point of recanalization itself is delayed in a fraction of patients [2, 3] and that delayed recanalization within 24 h must not necessarily lead to a worse outcome [2] [3] [4] .
With this study we aimed to examine whether an early followup examination can give any additional information about treatment success compared to the MRI follow-up 24 h after treatment.
Methods
This is a substudy of the 1000Plus study (NCT00715533). We analyzed data of consecutive ischemic stroke patients who had MRI examinations before thrombolysis, at 1-6 h, 24 h and on day 5. Vessel status was assessed with time-of-flight magnetic resonance angiography, and parenchymal lesions were determined on acute diffusion-weighted imaging (DWI), on T max maps (Stroketool ® , Digital Image Solutions) and on fluid-attenuated inversion recovery (FLAIR) on day 5. With SPSS the independent sample Mann-Whitney U test was used for interval data and the Fisher's exact test for nominal data.
Results
All 40 included patients (13 females, median 71 years, median NIHSS score 8) had a first follow-up MRI examination 1.8-6.5 h (median 4.4 h) after the initial MRI and a second follow-up after 23.5 h. PI could be postprocessed in 103 examinations. On day five, 32 patients were examined with FLAIR. The median DWI lesion volume at baseline was 2.8 ml (interquartile range, IQR, 0.6-11.4) which increased to 4.8 ml (IQR 1.5-14.9) at follow-up 1 and to 5.3 ml (IQR 3.0-27.5) at follow-up 2. The baseline perfusion deficit was 48.2 ml (IQR 11.1-116.8) which decreased to 16.1 ml (IQR 0.7-91.9) at follow-up 1 and to 1.5 ml (IQR 0.0-23.6) at follow-up 2. Hemorrhagic transformation was seen in two patients at followup 1 and in 14 patients at follow-up 2. 
